tion, are most commonly associated with aging. In contrast, most cases of congenital heart block are due to neonatal lupus (2) , congenital heart disease (3), or more rarely, attributed to a range of primary genetic syndromes (4) . The R75H-Cx45 mutation was characterized in detail and was found to have no effect on connexin subcellular localization, or gap junction plaque formation. However, the mutation was found to inhibit transfer of Lucifer yellow dye between adjacent cells, and to markedly reduce macroscopic conductance in heteromeric or homomeric mutant channels compared with wild type channels. The authors then examined the effects of knocking out Cx45 in the heart by using an inducible, cardiac-specific mouse Cx45 knockout (Gjc1-CKO). Interestingly, the loss of Cx45 in mice was unable to recapitulate the atrioventricular block and atrial standstill observed in humans.
Instead, the major finding in the Gjc1-CKO mice was a prolongation in the sinus node recovery time.
The strengths of the current study include the identification of the same mutation in multiple, in- 
